Long-noncoding RNAs (lncRNAs) have been proposed as a critical regulator of various cellular processes including cell fate decision and cell proliferation (1, 2) . Mechanistically, lncRNAs control various gene expressions by recruiting the chromatin modifiers in cis and trans modes (1) . Transcription of lncRNAs itself also can activate or suppress the neighboring gene expression by the transcriptional interference through regulatory sequences (1, 3) . lncRNAs are also involved in a wide range of protein and RNA regulatory functions, such as scaffoldings of proteins and RNAs, protein and RNA decoys, and functional micropeptides production (1) . Aberrant regulation of lncRNAmediated cellular processes is implicated in human disease including cancer (4, 5) . The recent technologic advance including the single-cell RNA sequencing (scRNA-seq), and gene editing, genetically engineered mouse (GEM) models has made it feasible to elucidate the various roles of lncRNAs in the normal tissue physiology and the pathologic conditions including tumorigenesis and metastasis (2, 6) .
Intestinal stem cells (ISCs) have been considerably studied among tissue stem cells, mainly due to constitutive replenishment of intestinal epithelium (3 to 4 days) and availability of various GEM models visualizing the ISCs and progenitor cells (7) . The intestinal crypts include two different types of ISCs: the highly proliferative crypt bottom columnar (CBC) ISCs (marked by Lgr5, Ascl2, or Olfm4) and the relatively quiescent ISCs (qISCs) (labeled with Bmi1 or Tert). CBC ISCs constitutively divide into the progenitor cells for intestinal homeostasis (8) whereas qISCs become mitotic for intestinal regeneration upon injury (9, 10) . Additionally, cell plasticity takes place for interconversion between CBC ISCs and qISCs. For example, Lgr5 + ISCs are generated from Bmi1 and Tert + ISCs during radiation-induced intestinal regeneration (9, 10) . Wnt/β-catenin signaling is activated in the intestinal crypts by Wnt agonists secreted from the mesenchymal cells and the Paneth cells (11, 12) . Such endogenous Wnt/ β-catenin signaling activity is required for the constitutive division of CBC ISCs and the terminal differentiation into the Paneth cells (11, 13 
